incurving little fingers, and bilateral simian creases. He was, however, hypertonic, and held his back in opisthotonos suggesting the presence of other abnormalities ( Fig.) . The cerebrospinal fluid was normal.
At operation an annular pancreas was found compres- sing the duodenum at the junction between the first and second portions. A duodenostomy was performed but in spite of this the child died shortly after the operation. 
Discussion
The only previously reported case of 47,XX, D + /47,XX,G + mosaicism also had some of the characteristic signs of Down's syndrome, and also was the daughter of an older mother (39 years). She did, however, have some of the features of the D1 trisomy syndrome, such as micrognathia, spasticity, and rockerbottom feet (Smith, Tips, and Howard, 1965) (Table) .
Of the cases with 47,XX,E + /47,XX,G + mosaicism, one showed predominantly the features of the trisomy-18 syndrome (Hsu et al., 1965) , the others the features of Down's syndrome (Marks, Wiggins, and Spector, 1967; Zellweger and Abbo, 1967) . It is interesting that the latter case also presented with duodenal atresia and hypertonia. The two cases with 47,XX,D + /47,XX,E + mosaicism had a mixture of the characteristic clinical signs of these syndromes (Baikie, Garson, and Birrell, 1965; Zeliweger and Abbo, 1967) .
The simplest explanation of the way the mosaicism arose in our case seems to be that the aneuploidy arose by nondisjunction during meiosis in gametogenesis followed by nondisjunction or anaphase lag during mitosis in the zygote.
Two other cases of double autosomal trisomies have been reported (Gagnon et al., 1961; Becker, Burke, and Albert, 1963 
